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Abstract

stress in rats with Parkinson’s disease (PD). Method:Model of hemilateral PD rat was established with injection of

Objective:To observe the effects of compound rehmannia prescription on neuroethology and oxidative

6 —hydroxydopamine (6—OHDA) into the substantia nigra of right side brain. The rats in PD model group were
treated with compound rehmannia prescription (4.14g/ml,2ml/d);in addition, a normal control group and a sham-
operated group were established. The changes of neuroethology and oxidative stress in PD rats after treatment with
compound rehmannia prescription were observed. Result:The rats in PD model group after treatment with compound
rehmannia appeared obvious changes of neuroethology,the contents of glutathione —peroxidase (GSH —Px),glutathione
(GSH),superoxide dismutase (SOD) reduced significantly, and the contents of reactive oxygen species (ROS) and
malondialdehyde (MDA) elevated significantly.Conclusion: Compound rehmannia prescription can significantly improve
the spinning behavior of PD model rats,and elevate it's antioxidant ability and scavenging free radicals ability.
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